FIGURE S1.-Effect of HDAC mutations on sensitivity to chk1 + overexpression. The indicated strains were transformed with pREP1 (vector) or pREP1-Chk1 (nmt1::chk1) and streaked on plates either with thiamine (promoter repressed), or without thiamine (promoter derepressed). Plates were incubated at 30°C for 4 days, except for clr6-1 strains, which were incubated at 25°C for 6 days. FIGURE S2.-Effect of HAT mutations on sensitivity to chk1 + overexpression. The indicated strains were transformed with pREP1 (vector) or pREP1-Chk1 (nmt1::chk1) and streaked on plates either with thiamine (promoter repressed), or without thiamine (promoter derepressed). Plates were incubated at 30°C for 4 days. FIGURE S3.-Effect of ASTRA complex mutations on sensitivity to chk1 + overexpression. The indicated diploid strains, heterozygous for null alleles of components of the ASTRA complex, were transformed with pREP1 (vector) or pREP1-Chk1 (nmt1::chk1) and streaked on plates either with thiamine (promoter repressed), or without thiamine (promoter derepressed). Plates were incubated at 30°C for 4 days. FIGURE S4.-Tra1 mutants are not sensitive to the ribonucleotide reductase inhibitor hydroxyurea (HU). Ten-fold serial dilutions were spotted onto control plates, or plates containing 5mM HU, and incubated at 30°C for 4 days. FIGURE S5.-Regulation of Wee1 levels. The indicated strains expressing an HA-tagged allele of Wee1 were transformed with pREP1 (V) or pREP1-Chk1 (C), and grown in media lacking thiamine for 20 hours at 30°C. Wee1 levels were detected by western blotting with an anti-HA antibody (12CA5), and tubulin was used as a loading control.
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